. Partial sequence analysis of the 4.8-kb BamHI fragment showed identity with one of the sigma factor genes previously described from M. tuberculosis (16). 
Initial human infection with Mycobacterium tuberculosis leads to primary active disease in 5-40% of adults (1) (2) (3) . Most healthy individuals mount an effective immune response causing the organism to enter a latent state. M. tuberculosis may remain dormant within the human host for decades, with subsequent reactivation later in life. It is estimated that one-third of the world's population is latently infected (4) .
Our understanding of M. tuberculosis during latency is limited. The metabolic and structural changes occurring within latent bacilli and the underlying genetic control of latency are essentially unknown. Claims of non-acid-fast forms of tubercle bacilli in persistent human infection have remained controversial for nearly a century (5, 6 ).
An improved understanding of the latent state might have a profound impact on tuberculosis prophylactic therapy. Current antimycobacterial agents are most effective against actively dividing organisms; lengthy courses of antibiotics are, therefore, required to treat patients carrying dormant bacilli. If mechanisms for blocking the development of latency can be devised, the time necessary for treatment might be shortened with both considerable increases in patient compliance and decreases in cost.
Alternative sigma factors have been shown to mediate adaptive responses to environmental conditions in many bacterial species (7, 8) . We postulated that entry of M. tuberculosis into a latent state might also be under the influence of alternative sigma factors. We employed PCR amplification using degenerate primers to identify an M. tuberculosis sigma
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MATERIALS AND METHODS
GAC AAG ATC GTT CAG CGG TGC TTG CCG CTG GCC GAT CAC ATC GCG CGG CGG
TTC GAC GTG AAG ACC GGG TCG GAC TTC GTC TCC TTC GCG GTT CCT ACC ATC (14, 26) have divided the known sigma factors into a number of families on the basis of their primary structure homology patterns. The families include primary sigma factors, a sporulation-specific group, a heat shock-related group, a flagella-related group, and the newly recognized extracytoplasmic family. An important implication of these sequence homology clusters is that correlation between the primary structure and general function of bacterial sigma factors is preserved even across species barriers. The homology profile of M. tuberculosis SigF places it in the sporulation-specific family of such sigma factor classifications. This observation suggests that M. tuberculosis SigF has a functional role akin to the roles of the S. coelicolor and B. subtilis sigma factors to which it is similar.
M. tuberculosis sigF-like sequences were identified by Southern blot analysis in several slow-growing mycobacterial species, including M. bovis BCG and M. avium. Mycobacterium leprae was known prior to this study to possess a sigF homologue on cosmid B1308 (GenBank accession no. U00012). Rapidgrowing species, such as M. smegmatis and M. abscessus, showed no sigF hybridization by Southern blotting. It is conceivable that the mycobacterial sigF gene might be associated with a developmental response unique to slow-growers. Alternatively, the absence of sigF cross-hybridization in the rapid-growing species may simply be a function of increased evolutionary distance and decreased DNA homology.
RPA using an M. tuberculosis sigF-specific probe showed that the M. tuberculosis sigF open reading frame is a transcribed 
